, studying properly fixed material (Faber and Bloch, 1899), came to the conclusions?(1) that this achylia (= anacidity) was always exogenous in origin, (2) The classical work of Castle and his associates (1929, 1930, 1931) demonstrated that Addisonian pernicious anaemia was due to the lack of the intrinsic factor in the gastric juice and established the supreme role of .the stomach in the pathogenesis of this anaemia. Magnus and Ungley (1938) found that the basic lesion in stomach in Addisonian pernicious anaemia was a non-inflammatory atrophy of all its coats in its upper two-thirds, either due to endocrinal or nutritional deficiency, or possibly congenital in origin. On the other hand, Brown (1934) , Jones, Benedict and Hampton (1935) and Meulengracht (1939) believed that, histologically, the atrophic lesion was an expression of diffuse gastritis as originally suggested by Faber (1926) . Jacobson (1939) claimed that the most significant lesion in the gastro-intestinal tract in Addisonian pernicious anaemia was the almost complete absence of the argentaffine cells, cells whose normal distribution paralleled the localization of the anti-anaemic principle in the alimentary canal in both man and pig. Fox and Castle (1942) have proved that the site of secretion of the intrinsic factor, as defined by the haemopoietic activity of the human stomach preparations, corresponded to the site of degenerative processes in the stomach (the fundus and the cardia, but not the pylorus or the duodenum) in Addisonian pernicious anaemia.
The lack of the intrinsic factor of Castle responsible for Addisonian pernicious anaemia, therefore, has an underlying structural basis? an atrophy of the acid-secreting area of the stomach, which is also the site of secretion of the human intrinsic factor. On the other hand, absence of the extrinsic factor (s) in the diet is the prime aetiological factor in tropical macrocytic anaemia (s). In the majority of the cases of the latter, though not in all (Bhende, 1942; Bhende and Patel, 1946) (Balfour, 1927; Mitra, 1931; Gupta, 1932) 
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The terminology employed is that of Israels (1939, 1941 For the histopathological study the organ was stretched and fixed; representative portions from the cardia, the fundus, the body, and the pylorus were sectioned. Only the hematoxylin and eosin stains were employed.
The cardia ( figure 1, plate VIII These findings resemble, to some extent, those described for Addisonian pernicious anaemia by Faber (1926) , Brown (1934) , Jones, Benedict and Hampton (1935) and Meulengracht (1939) , though atrophy of the secretory elements was not marked. They are, however, in direct contrast to those of Magnus and Ungley (1938) . The local polypoidal condition in our case has also been described in Addisonian pernicious anaemia (Olson and Heck, 1945 ' folic acid' in the treatment of both these types of anaemias their pathogenesis may have to be reviewed. We need hardly add that, though the opportunities to study cases of tropical macrocytic anaemia at the autopsy will continue to be rare and rarer day by day, it would be folly to draw any conclusions from the study of a single case.
Summary
The changes in the gastric mucosa in a single proven case of tropical macrocytic anaemia are described. 
